and 6,934 pairs from MarketScan. Among them, patients with baseline CVD were 35.3% in Medicare and 14.0% in MarketScan. Baseline characteristics were well balanced between two treatment groups after matching (standardized mean difference <0.1). In Medicare cohort, abatacept consistently showed a decreased risk of composite CVD compared with TNFi in overall and each subgroup ( Figure) . However, in MarketScan cohort, where the population was younger than Medicare cohort, there was no association between abatacept and CVD compared to TNFi. After combining the two databases, abatacept was significantly associated with reduced risk of composite CVD outcome vs. TNFi in overall cohort (HR =0.79, 95% CI=0.67-0.92) and baseline CVD subgroup (HR =0.79, 95% CI=0.64-0.98). We also observed similar trend for secondary outcomes, where abatacept had decreased risk than TNFi.
Conclusions:
In this large multi-database population-based study of RA patients, abatacept treatment was associated with reduced risk of CVD compared to TNFi, especially among older population and patients with prior CVD conditions. Background: Lympho-proliferative disorder (LPD) is known as a relatively rare but life-threatening complication in RA patients under MTX administration. Spontaneous regression of LPD after MTX withdrawal is regarded as a distinct character of LPD under MTX administration. Previous study from our institution [1] and others [2] reported the link between decreased lymphocyte counts at LPD diagnosis and restoration after MTX cessation and the regression of LPD. Objectives: To investigate the immunological factors including lymphocyte subsets which involved in spontaneous regression of LPD following MTX withdrawal. Methods: We studied 35 RA patients complicated with LPD under MTX administration in our institution. Age, sex, RA disease duration matched control MTX-treated patients (N=35) were selected. LPD patients were divided into two groups regarding to the status of LPD after MTX cessation; regressive group (N=22) and persistent group (N=13). Clinical features were compared among 3 groups. Flowcytometric analysis of the whole blood sample and measurement of cytokine concentration in ELISA were conducted in a part of the LPD patients (N=10, 7 regressive, and 3 persistent LPD) and controls (N=10). The time of MTX cessation, which was simultaneous with LPD diagnosis, was defined as week 0, and blood sample was collected at week 0, 4 and 12. Results: At week 0, number of peripheral lymphocytes was significantly decreased in regressive group, compared to persistent group and control group. Flowcytometric analysis revealed significant decrease in proportion of effector memory CD8+ T cells (EMCD8+T), Epstein Barr Virus specific CD8+ T cells (EBV specific CD8+) and T helper 1 cells (Th1 cells) subset in regressive group compared to control group. Following MTX cessation, significant increase in proportion and absolute number of these subsets were observed only in the regressive group, but not in persistent group. Expansion of Th1 cells and EMCD8+ T cells significantly correlated with increase of serum IFN-γ, and expansion of EMCD8+ T cells inversely correlated with change of serum IL-15. Conclusions: Restoration in proportion and absolute number of Th1 cells, EMCD8+T cells and EBV specific CD8+ T cells coincided with increase of IFN-γ, and associated with regression of LPD developed under MTX administration. Since changes of those immunological factors were not observed in persistent LPD, this study would be the first report to demonstrate the difference of Background: In the non-rheumatoid arthritis (RA) population, arterial stiffness contributes to cardiovascular disease risk beyond brachial blood pressure and other established cardiovascular risk factors. The increased cardiovascular disease risk in RA is now well documented. In this regard, how RA impacts on arterial stiffness remains uncertain. Objectives: The aim of the present study was to identify potential determinants of comprehensively assessed arterial stiffness in a relatively large group of ethnically diverse patients with RA. Methods: Relationships of traditional cardiovascular risk factors and RA characteristics with 9 arterial stiffness markers including central systolic and pulse pressure, pulse wave velocity, augmentation index, forward and reflected wave pressure, reflection magnitude, brachial-to-aortic pulse pressure amplification (a marker of reduced wave reflection) and peripheral pulse pressure were identified in multivariable backward regression models among 177 (118 white, 32 Asian, 22 black, 5 mixed ancestry) patients without established cardiovascular disease. Results: Recorded characteristics explained 37% (pulse wave velocity) to 71% (reflected wave pressure) of the variability in arterial stiffness. RA duration (partial r=0.17, p=0.04), rheumatoid factor status (partial r=-0.19 to 0.20, p=0.01 to 0.03), leukocyte counts (partial r=0.16 to 0.19, p=0.02 to 0.05) and total cholesterol (-0.18 to 0.26, p=0.00 to 0.03) were associated with enhanced central systolic blood pressure or/and wave reflection markers. C-reactive protein (partial r=-0.24, -0.17 and -0.20, respectively, p≤0.05) was paradoxically related to reduced central pulse pressure, pulse wave velocity and forward wave pressure, and body mass index (partial r=-0.39 to 0.42, p=0.00 to 0.02) and insulin resistance (partial r=-0.21 to -0.20, p=0.00 to 0.01) to reduced wave reflection and peripheral pulse pressure. Exercise (partial r=0.19, p=0.02) and alcohol (partial r=-0.27, p=0.00) consumption were associated with increased pulse pressure amplification and decreased peripheral pulse pressure, respectively. Tumour necrosis factor-α inhibition (partial r=-0.25, p=0.00) was related to reduced pulse wave velocity and tetracycline use (partial r=-0.20, p=0.02) Objectives: Because obesity is also a risk factor for disability, we evaluated the extent to which excess weight may independently contribute to poorer physical function (PF) in RA. Methods: RA patients enrolled in an observational study at an academic Inflammatory Arthritis Clinic in Baltimore USA completed the patient global, pain VAS, and PROMIS measures assessing PF, pain, fatigue, sleep, and depression. RA clinical indicators were also collected at the visit. Outcomes were compared in obese and non-obese patients using t-tests and chi-square. Multiple regression was used to evaluate the effects of pain, fatigue, and BMI on PF, after controlling for age and disease activity. Results: Participants were mostly female (82%) and white (83%) with mean (SD) age of 55 (13) years; 24% had ≤ high school; RA duration 12 (9). Mean CDAI was 8.1 (8.1). Most were in CDAI remission (n=57; 32%) or LDA (n=64; 36%); 40 (23%) were in MDA and 16 (9%) in HDA. 49 (28%) were classified as normal weight (BMI 18.5-24.9), 46 (26%) were overweight (BMI 25-29.9), and 82 (46%) were obese (BMI≥30). Men had a significantly higher mean BMI than women (33.6 [8.4] vs. 29.5 [7.2] , p=0.006). As compared to non-obese participants, obese participants had a significantly (p<.05) higher CDAI (6.1 [6.9] vs. 10.4 [8.9] ; p=.000, respectively) and worse PF, pain, fatigue, sleep, and depression (mean differences -5.0, -4.6, 4.6, 3.8, 2.9, 3.6, and -4.7, respectively) . In regression analyses, pain, fatigue, and BMI (but not sleep or depression) were inversely related to PF, after controlling for age and disease activity. In the final model, pain, fatigue and BMI were significantly and inversely related to PF (β=-.39, -.24, and -.153, respectively) after controlling for age and disease activity (F (5, 170) =55.5, p=.000, adjusted r 2 =.61).
Our results suggest that excess weight also contributes to poorer PF in addition to pain and fatigue. As the prevalence of obesity continues to
